Discussion
Angiolymphoid hyperplasia with eosinophilia is an uncommon disorder with a benign natural history: the histological picture is characteristic, but on occasions the proliferating endothelial cells may show marked cellular atypia, so that suspicion of a malignant vascular tumour may arise (Wilson-Jones 1976) .
The pathogenesis of the disorder is unknown, and there has been some debate as to whether it should be regarded as a benign neoplasm or as a reaction to some as yet uncharacterized underlying vascular defect. In favour of the latter hypothesis are the cases reported by Mehregan & Shapiro (1971) in which there was an underlying arteritis, and the case reported by Moesner et al. (1981) in which angiolymphoid hyperplasia with eosinophilia arose in the skin overlying a traumatic arteriovenous fistula behind the knee.
The patient reported here has a left carotid bruit and the skin lesions do seem to show a distribution in relation to the artery. However, in view of the relative frequency of bruits in patients of his age, it would be difficult to prove any definite aetiological connection. On examination she was plethoric with blood pressure 170/100 mmHg, a mid-systolic murmur, hepatomegaly (3 cm below the costal margin) and splenomegaly (5 cm). She had generalized chorea with orofacial emphasis, more marked on the right. This was exacerbated by stress and disappeared with sleep. Her limbs were hypotonic. Her haemoglobin was 21.8 g/100 ml, platelets 400 x 109/l, white cells 18 x 109/1, red cell volume 58.6 ml/kg (normal up to 30 ml/kg), and total blood volume 98.5 ml/kg (normal up to 70 ml/kg).
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There was left ventricular hypertrophy on ECG and chest radiograph. EEGs showed a generalized abnormality consistent with cerebrovascular disease, but no epileptic discharges, even during an episode of unresponsiveness.
In 1971 the patient was treated with radiophosphorus. After 18 months the polycythaemia recurred and venesections were undertaken in 1972/73 (see Figure 1 ). In 1975 she became anaemic without vitamin deficiency or bleeding. The spleen enlarged to 18 cm below the costal margin and nucleated red cells, tear drop cells, myelocytes and metamyelocytes were seen in the peripheral blood. The bone marrow aspirate, which was obtained with difficulty, showed normal haemopoeitic tissue. An iliac crest trephine produced only a minimal amount of marrow. A radiolabelled iron uptake study demonstrated predominantly extramedullary erythropoeisis. The anaemia and myelofibrotic features persisted until 1979, at which time the spleen began to shrink, red and white cell precursors disappeared from the peripheral film and the haemoglobin rose. In 1982 a second radiolabelled iron uptake study showed active erythropoeisis, mainly in the bone marrow. In late 1983 therapeutic venesections were recommenced because of recurring polycythaemia.
The present haematological picture is that of treated polycythaemia rubra vera (PRV) with red cell volume 41.5 ml/kg and whole blood viscosity 5.1 centipoise per sec (normal up to 3.5). Brain CT scan shows mild cerebral atrophy with small infarcts in right cerebellum and left parietal lobe, but the basal ganglia appear normal. Mitral and aortic valves appear thickened on echocardiography. 1971 1972 1973 1974 1975 1976 1977 1978 1979 1980 1981 1982 1983 1984 (1919) . Other cases (Reinhard et al. 1946 , Harvier et al. 1950 ) had unexplained cardiac murmurs, raising the possibility of previous rheumatic fever. This suggests that rheumatic fever in early life might be an aetiological factor in the later development of polycythaemic chorea.
In 21 out of 23 cases of polycythaemic chorea in which haematocrit was reduced the chorea improved. Such improvement occurs within days and after only a slight reduction in haematocrit (Freidmann et al. 1965) . Total cerebral blood flow is reduced in patients with a raised haematocrit (Thomas et al. 1977a,b) , although Brown et al. (1985) conclude in patients with little or no vascular disease, cerebral blood flow appears to be mainly related to the oxygen content of the blood and the correlation with haematocrit appears only secondary.
The mechanism by which polycythaemia produces chorea is not known. We suggest that in this patient permanent damage to basal ganglia blood vessels occurred during rheumatic fever and the later increases in haematocrit caused reduced local cerebral blood flow.
